Introduction
The use of lectins in histochemistry has advanced the in situ localization of carbohydrates in tissue sections (1, 2, 7, 27 (18, (27) (28) (29) (37) (38) (39) . Furthermore, by use ofa panel oflectins with related binding specificities a partial fine dissection of complex carbohydrates is possible (9, 15, 26, 30, 38, 39) .
A series ofmacromolecules which are associated with the aggregation and dissociation of sponge cells have been isolated from the marine sponge Geodia cydonium and characterized (13, 20, (22) (23) (24) 34, 35) .
Along with various enzymes, an aggregation receptor, an anti-aggregation receptor, and a galactose binding lectin have been identified (6, 8, 13, 24 and bovine glycophonin used in this study have been previously described (4, 5, 16, 17, 31, 33) .
Antibodies.
Swine anti-rabbit Ig antibody, rabbit peroxidase-antiperoxidase (PAP)complex, mouse monoclonal antibodies The excess of the competitive lectin solution was removed (no washing of tissue sections); tissue sections were subsequently stained with the native working solution of GCA as described above. GCA solutions containing competitive lectins or carbohydrates were prepared by mixing the GCA solution with different amounts ofthe competiuve lectin or the carbohydrate inhibitor for 30 mm at room temperature. 
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The influence of tissue embedding on the preservation of the GCA binding sites was controlled by comparing the reactions of tissue sections obtained from routinely processed paraffin-embedded specimens to that of snap-frozen tissue sections. These studies revealed that the character of GCA binding was not profoundly altered by fixation and paraffin embedding.
In comparison with cryostat sections, staining of sections obtained from routinely fixed and paraffin-embedded specimens allowed a more exact localization of the lectin reactivity.
Results
In the various tissues and organs, a number ofhistological sites dis- .,t . .
. .
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: 'I . 7b ). In the nephron, strong GCA reactivity was detected in all parts of the collecting ducts ( Figure  8a ), whereas the proximal part ofthe tubular system lacked GCA binding sites. Since the collecting ducts of the kidney express ABH blood group antigens, the GCA reactivity showed an ABH blood groupcontrolled sensitivity of lectin binding to the different inhibitors.
Collecting ducts demonstrating A or B blood group antigen expression exhibited a lectin reactivity that was not inhibited by lactose ( Figure  8a ) but only by peptone A or bovine glycophorin (Fig-ure 8b) . Complete blocking of GCA binding in the presence of lactose was again observed in blood group H positive tissue samples.
Reproductive Tract
Testis and Prostate. In the testis GCA reactivity was concentrated in the cells of the seminiferous tubules. Distinct cell surface lectin binding was detected on the spermatogonia and spermatocytes (Figure 9a ), while the spermatids displayed a moderate lectin reactivity.
The presence of lactose in the lectin solution inhibited GCA binding to the cells of the seminiferous tubules ( Figure  9b 
Portio, Uterus, and Fallopian
Tube.
The squamous epithelium of the portio showed surface staining predominantly of the cells in the basal layers ( Figure  11 ). l3a and 13b) . Again, the occurrence of lactose-sensitive GCA binding was associated with the expression of the H antigen ( Figures  13a and 13c) .
Endocrine Glands
Thyroid, Parathyroid, and Adrenal Gland.
In the thyroid gland a heterogeneous GCA reactivity was detected in the cytoplasm of The parathyroid gland showed uniform cytoplasmic staining for GCA binding sites of all cells ( Figure  15a ). mdcpendent of the blood group status in the thyroid as well as in parathyroid gland, GCA binding to the organ-specific cells as well as to the colloid ofthe thyroid gland was inhibited bylactose (Figures  14b and 15b ). Cells ofthe adrenal cortex did not express GCA binding sites ( Figure  16a) , contrasting with the diffuse cytoplasmic staining of the cells of the adrenal medulla.
As shown in Figures 16a
and 16b (blood group H-positive specimen), lactose inhibited GCA binding ofthe blood vessels, whereas the staining ofmedullar adrenal cells was reduced but not totally inhibited.
Lymphatic Tissue
Lymph Node, lbnsil, and Thymus. In the lymphatic tissues there was a distinct spectrum of GCA binding to the various cell types and compartments.
In the lymph node a prominent staining for GCA binding sites was detected in the "starry-sky" macrophages of the follicle center ( Figure  17) 20a ).
In addition, the squamous epithelium ofthe surface and the crypts possessed GCA binding sites ( Figure  20a ). Whereas the GCAbinding ofthe lymphoreticular cells was inhibited by lactose in any case (Figure   20b ), inhibition of GCA binding to the epithelium by the different inhibitors was related to the expression of ABH blood group antigens ( Figure  20b ). In the thymus the epithelial cells of Hassall's bodies displayed intense GCA reactivity ( Figure   21a ). A weak staining for GCA binding sites was detected on the surface ofcortical thymocytes, whereas the mature medullar thymocytes lacked GCA reactivity. Furthermore, in the cortical domain a distinct cell population was stained, showing branched processes ( Figure  21b ). The processes of these cells apparently connected to form a network as described for the "nurse" cells. With the exception ofthe epithelial cells and the vascular endothelium, GCA binding to all other cell elements of the thymus was inhibited by lactose ( Figure  21c ). As described in other tissues, the sensitivity of 
GCA binding to the epithelial and endothelial cells towards the

